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Introduction
Myelin oligodendrocyte glycoprotein (MOG), located on the outermost lamellae of the myelin sheath and on the surface of oligodendrocytes, is highly conserved among species (Johns and Bernard, 1999) . Although MOG is a quantitatively minor component of CNS myelin, there is strong evidence that MOG serves as an autoantigen and plays an important role in the pathogenesis of multiple sclerosis (MS) (Sun et al., 1991; Kerlero de Rosbo et al., 1997; Egg et al., 2001 ). T cells from MS patients readily proliferate and secrete IFN-γ in response to MOG peptides relative to other myelin antigens such as myelin basic protein (Kerlero de Rosbo et al., 1997) . In addition, anti-MOG IgG-secreting B cells are more abundant in both the peripheral blood and cerebrospinal fluid of MS patients compared to controls (Sun et al., 1991) , suggesting a role for MOG in the pathogenesis of MS.
Experimental autoimmune encephalomyelitis (EAE) is the most frequently studied animal model of multiple sclerosis (MS) and can be credited for the development of several currently approved therapies (Zamvil and Steinman, 2003 (Mendel et al., 1995) . Although the active induction of EAE is an important tool in MS research, it introduces many confounding factors such as adjuvants, which are not present in the human disease. To circumvent the drawbacks of active immunization, models of passive immunization have been developed and used for decades (Pettinelli and McFarlin, 1981) . In adoptively transferred EAE, lymphoid cells are harvested from the myelin antigen immunized mice, stimulated ex vivo and transferred, without the use of adjuvants, to the recipient mice. In 2003, a MOG 35-55 -specific TCR transgenic (2D2) mouse was reported in which transgenic T cells were not deleted or tolerized, and were found to be fully competent. The unique feature of this mouse strain was that more than 30% of mice spontaneously developed optic neuritis without clinical or histological evidence of EAE. Only 4% of 2D2 mice were reported to develop spontaneous EAE (Bettelli et al., 2003) . ) 2D2 T cells, following primary differentiation in Th1 or Th17 culture conditions, were unable to transfer disease reliably. However, when those cells were restimulated, both Th1 and Th17 cells were able to transfer EAE indicating that secondary T cell stimulation is a critical event in establishing encephalitogenicity (Jäger et al., 2009) . Given the importance of MOG in EAE and MS, using 2D2 T cells to induce EAE could provide insight into the development and pathogenesis of MS.
